We have recently studied the effect of large doses of niacin and inositol upon the fecal excretion of cholesterol and bile acid of albino rats fed a high cholesterol diet. Niacin increased the fecal excretion of cholesterol without showing any ap preciable increase in the fecal excretion of bile acid. Inositol, on the other hand, increased appreciably the fecal excretion of bile acid without showing any increase in cholesterol excretion in feces.
Both niacin and Inositol exerted cholesterol lowering effect in liver and blood of albino rats receiving high cholesterol diet (1) . We have further observed that choline and riboflavin, when given in large doses to albino rats fed on a high cholesterol diet, have similar cholesterol lowering effect in the liver and blood. Choline was found to increase the fecal excretion of bile acid without showing any appreciable increase in the excretion of cholesterol in feces. Riboflavin was, however, found to have no influence on increase or decrease in the excretion of cholesterol and bile acid in the feces of the animals fed a high cholesterol diet (2) . Schon (3) demonstrated that the in vitro formation of total hepatic cholesterol was depressed proportionately to the amount of niacin fed to rats . It is likely that the hypocholesterolemic action of choline , Inositol and riboflavin observed in our previous investigations may be due to the depressed hepatic bio synthesis of cholesterol.
It was, therefore, thought worthwhile to investigate the effect of the dietary high intake of riboflavin, choline, inositol and niacin on the in vitro synthesis of hepatic cholesterol of albino rats kept on a high cholesterol diet . 
RESULTS AND DISCUSSION
It is evident from Table 2 that the incorporation of acetate-1-14C into liver cholesterol is influeced by riboflavin, choline, inositol and niacin. A higher incor poration of acetate-1-14C into liver cholesterol occurred in rats which had continued to be fed a normal basal diet.
The animals receiving dietary cholesterol show little incorporation of acetate in liver slices. This inhibitory effect is more pronounced in animals receiving dietary cholesterol for 12 weeks. The animals receiving high dose of dietary niacin for eight weeks show slight depression in the incorporation of acetate-1-14C in the liver cholesterol.
If the feeding of high niacin is prolonged for 12 weeks, the animals show more incorporation of acetate in the liver cholesterol.
A lower incorporation of acetate-1-14C into liver cholesterol occurred in rats which had continued to be fed a high level of riboflavin along with a high cholesterol diet. The presence of high level of inositol and choline in the high cholestrol diet did not show any depression in the incorporation of acetate into liver cholesterol.
On the other hand, these vitamins helped more in corporation of acetate-1-14C into liver cholesterol than the animals fed a high cholesterol diet only.
The lower incorporation of acetate-1-14C into the cholesterol of liver slices of rats fed a high cholesterol diet may be due to the high liver cholesterol level. Tomkins and Chaikoff (6) reported that the rate o£ cholesterol synthesis from acetate by rat liver slices is a function of the cholesterol intake of the animals from which the liver was obtained.
It is likely that the rate o£ cholesterol synthesis in the liver is subject to homeostatic regulation by dietary cholesterol.
Frantz et al. (7), presented similar data on the rate and indicated that the inhibition of cholesterol synthesis is a function of the level of liver cholesterol.
Evidence has been presented to indicate that niacin depresses synthesis of cholesterol in rabbits (5) . In the present investigation, we have not observed any depression in the synthesis of cholesterol by liver slices of rats fed a high level of niacin for 12 weeks. Species difference may be responsible for this. Our findings EFFECT  OF VITAMINS  ON CHOLESTEROL  BIOSYNTHESIS  207 are, however, in agreement with those of Merrill (8) who reported enhanced cholesterol synthesis by rat liver slices from animals fed niacin.
We have observed appreciable depression in the hepatic synthesis of cholesterol of animals fed a high level of riboflavin along with a high cholesterol diet. Many of the materials that influence cholesterol synthesis do so at the stage of hydroxy methylglutaryl CoA (HMG-CoA) to mevalonate (9) . The activity of the reductase enzyme of this stage of reduction is very important.
It is likely that riboflavin in large doses may influence this enzyme and prevents the conversion of HMG-CoA to mevalonate.
The decrease in the cholesterol contents of the liver of animals fed a high dose of riboflavin along with a high cholesterol diet which we have already reported (2) may be due to depressed biosynthesis of hepatic cholesterol.
The lipotropic action of choline is well known. Choline plays a very important role inthe biosynthesis of methionine.
Roth et al. (10) have shown that rats fed excess methionine showed an increase in serum and carcass cholesterol. They further observed that the incorporation of labelled acetate into hepatic cholesterol was greater in the methionine-fed animals.
It is likely that choline by increasing the biosynthesis of methionine stimulates more incorporation of acetate 4-14C into hepatic cholesterol as evident from this experiment.
